Absence seizures occur in several types of human epilepsy and result from widespread, synchronous feedback between the cortex and thalamus that produces brief episodes of loss of consciousness. Genetic rodent models have been invaluable for investigating the pathophysiological basis of these seizures. Here, we identify tetratricopeptide-containing Rab8b-interacting protein (TRIP8b) knockout mice as a new model of absence epilepsy, featuring spontaneous spike-wave discharges on electroencephalography (EEG) that are the electrographic hallmark of absence seizures. TRIP8b is an auxiliary subunit of the hyperpolarization-activated cyclic-nucleotide-gated (HCN) channels, which have previously been implicated in the pathogenesis of absence seizures. In contrast to mice lacking the pore-forming HCN channel subunit HCN2, TRIP8b knockout mice exhibited normal cardiac and motor function and a less severe seizure phenotype. Evaluating the circuit that underlies absence seizures, we found that TRIP8b knockout mice had significantly reduced HCN channel expression and function in thalamic-projecting cortical layer 5b neurons and thalamic relay neurons, but preserved function in inhibitory neurons of the reticular thalamic nucleus. Our results expand the known roles of TRIP8b and provide new insight into the region-specific functions of TRIP8b and HCN channels in constraining cortico-thalamo-cortical excitability.
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Introduction
Absence seizures are characterized by brief episodes of loss of consciousness without prominent motor involvement that are accompanied by characteristic 2-4 Hz spike-wave discharges (SWDs) seen across all cortical leads on EEG. These seizures occur in several human epilepsy syndromes, including the most common pediatric epilepsy, childhood absence epilepsy (Jallon et al., 2001) . Although often misconstrued as a benign condition that spontaneously remits in adolescence, many children with childhood absence epilepsy suffer long-term cognitive and psychosocial deficits (Pavone et al., 2001) . Existing pharmacological therapies fail to adequately control seizures in many patients, and even when successful these drugs themselves often induce adverse cognitive and behavioral side-effects (Glauser et al., 2010) . Thus, there is need for more targeted therapeutic options for absence seizures, which will in turn require improved understanding of the underlying pathophysiology.
Absence seizures have long been known to arise from aberrant activity in the thalamocortical network (reviewed in Avoli, 2012 
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